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Soluble HLA-G1 inhibits xenotransplantation rejection through degrading NK92 to
adhere to PED
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Abstract; Objective To study the inhibitory effect of soluble HLA-G1 ( HLA-GS5) on xenotransplantation

rejection through degrading the role of NK92 to adhere 1o PED. Methods The recombinant expression vector
pcDNA3-HLA-G5 was transfected into the lymphoblastoid cell line LCL721.221 by nucleofection. The expres-
sion of HLA-GS5 in the transfected LCL721.221 was detected by RT-PCR and Dot-ELISA technique. NK cell
line (NK92) was used as NK effect cells and the porcine aortic endothelial cells line (PED) as targets. The
cytotoxicity of NK92 was analyzed by MTT. Results HLA-G5 conferred significance in degrading the role of
NKO92 to adhere to PED (P <0.01), and protected PED against NK2 medicated lysis. The rate of NK92 cell

cytotoxicity was reduced to 25. 5% as compared to 71.2% in the control group (P <0.01).
HLA-GS5 can degrade the role of NK92 to adhere to PED, and directly protect PED against NK92

Conclusion

, indicating

that HLA-G5 may be useful to prevent human NK cells responding to porcine xenografts.
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